Cardiovascular involvement associated with human immunodeficiency virus (HIV) includes cardiomyopathy, coronary artery disease, pericardial effusion, pulmonary hypertension and the adverse effects of highly active antiretroviral therapy (HAART). 1,2 HIV-related cardiomyopathy may appear as myocarditis, dilated cardiomyopathy, or isolated left or right ventricular dysfunction. 1,2 Although initially somewhat prevalent, the incidence of HIV-related cardiomyopathy has been clearly declining since introduction of HAART. 1, 3 We present a 41-year-old man admitted in the Intensive Care Unit, because of severe pneumonia and respiratory insufficiency. He was diagnosed with AIDS 10 years ago and was under HAART (zidovudine, lamivudine, efavirenz) for eight years. He had no opportunistic infections, and at the time of admission, he presented a CD4 cell count of 490, and non-detectable viral load. He had no previous known cardiovascular diseases or symptoms. In face of progressive hemodynamic instability, an echocardiogram was performed, demonstrating a manifestly dilated left ventricle (71 mm), with severe systolic dysfunction (only basal segments of * Corresponding author at: Alameda Professor Hernâni Monteiro 4200-319, Serviço de Cardiologia, Porto, Portugal. Tel.: +351 933324462; fax: +351 225025766.
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infero-lateral and antero-lateral walls showed some contractility with a left ventricular ejection fraction of 10%), moderate biatrial and mild right ventricular dilatation (Supplementary Material, Videos S1 and S2). A heterogeneous intraventricular mass (31 mm × 35 mm) was visualized in left ventricular apex ( Fig. 1A and B ; Videos S3 and S4). Doppler revealed moderate to severe mitral regurgitation and severe tricuspid regurgitation (systolic pulmonary artery pressure 50 mmHg). These findings were consistent with HIV-related dilated cardiomyopathy with an apical thrombus. Anticoagulation with low molecular weight heparin and heart failure directed therapy were initiated. Despite prompt intervention, the patient experienced refractory cardiogenic and septic shock, and died the day after the admission.
This case emphasizes the possibility of significant silent cardiac involvement, associated with HIV infection, even in the era of HAART. In addition, the diagnosis of HIV-related cardiomyopathy should be considered in AIDS patients with unexplained hemodynamic compromise, even in the absence of previous cardiovascular history or symptoms. 
